We have read with interest the article of Atanassova et al. [1] published in your respected Journal about electrocardiographic (ECG) changes during the acute phase of subarachnoid hemorrhage; which encouraged us to replay with regard to this subject.
Tako-Tsubo Syndrome (TTS), or stress cardiomyopathy, is an entity of unknown etiology and pathophysiology that manifests with sudden, severe chest pain and/or dyspnea. It is generally triggered by emotional or physical stress, and most instances are reported in postmenopausal women. ECG changes are similar to acute myocardial infarction with ST-elevation (STEMI); laboratory markers of myocardial lesion are usually mild to moderately high; and coronarography shows no significant pathomorphological changes in the coronary arteries. Ventriculography and echocardiography show reversible akinesis and ballooning of the left ventricle apex with reduced ejection fraction that normalizes within 2 to 4 weeks [2, 3] . In this syndrome, the left ventricle of a patient takes the shape of an octopus trap [4] .
The main trigger of the complex pathophysiological mechanism that instigates TTS is stress. High catecholamine plasma level as a result of stress-induced sympathetic hyperactivity affects the cardiomyocytes of the left ventricle by b adrenoreceptors, and a complex chain of intracellular second signals [5, 6] .
The main symptom of TTS is sudden, severe chest pain and/or dyspnea, but it can also manifest with cardiogenic shock, syncope, or malignant heart arrhythmia [3] . ECG changes are similar to acute myocardial infarction with ST-elevation, significant STsegment elevation most often reported in precordial leads. ST-segment elevation usually persists for a few hours and then becomes isoelectric. After some time, ECG shows a deep negative T wave, usually in all precordial leads, that can persist for a few months from the initial symptoms ( Figure 1 ) [6, 7] . For diagnosis of "real" TTS, some criteria must be applied. According to the Mayo Clinic, they are as follows: ECG changes similar to STEMI; absence of obstructive coronary artery disease; transient akinesis or dyskinesis of the left ventricle walls; absence of any kind of head trauma; intracranial bleeding; pheochromocytoma; and any other existing cardiomyopathy [4] . Presence of only some of the previously mentioned exclusion criteria is not sufficient to define "real" TTS, but rather a Tako-Tsubo-like cardiomyopathy (TTS-like). TTS-like cardiomyopathy is most often reported in subarachnoid hemorrhage after an aneurysm rupture [8] ; it is also involved in any kind of central nervous system injury [9] .
Recently, we had a case of TTS complicated by a secondary massive intracranial bleeding [7] .
Tako-Tsubo is a rare syndrome [3, 10] that in its overall clinical presentation simulates acute STEMI, and can be misdiagnosed as such. The importance is of this misdiagnosis is that the patient might be treated with extensive antithrombotic and/or anticoagulant therapy, which can then lead to severe, sometimes fatal, bleeding. TTS by itself does not require any specific treatment unless it develops into cardiogenic shock and/ or malignant arrhythmia; it usually has a good prognosis. According to several reports, the in-hospital mortality rate is very low: about 1% [3] . There is an additional hazard accompanying misdiagnosis: if the patient with TTS comes to an institution where it is not possible to perform coronarography and cannot be transported to a tertiary PCI centre, that patient is a candidate for fibrinolytic therapy if contraindications are not present. This misapplied treatment can have a fatal outcome.
In conclusion, it is important to reemphasize that in a patient with clinical chest pain, ST-elevation in an ECG, and normal angiogram of coronary arteries, TTS must be considered as a possible diagnosis, and further diagnostic, and more importantly, correct therapeutic procedures, should be planned. 
